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Abstract 


The most common causes of duodenal ulcer are Helicobacter pylori infection and use of non-steroidal anti-inflammatory 
drugs (NSAIDs). We present a case of a patient with back pain, food impaction and nail dystrophy who exhibited eosinophilic 
esophagitis and duodenal ulcers via upper digestive endoscopy (UDE). Helicobacter pylori was not identified after repeated 
investigations with UDE and serology, and there was no healing of the ulcer with the use of a proton pump inhibitor after two 
years and suspension of NSAIDs. The etiology of the ulcer was identified by biopsy with the presence of eosinophils 
characterizing eosinophilic gastroenteritis. There was complete remission of the esophageal and duodenal symptoms, 
resolution of UDE lesions and normalization of the nails with oral prednisone 20mg for three months. 

Keywords: Eosinophilic Esophagitis; Eosinophilic Enteropathy; Duodenal Ulcer; Abdominal Pain; Deglutition Disorders 
Abbreviations: NSAID: Non-Steroidal Anti-Inflammatory Drugs, EG: Eosinophilic Gastroenteritis, UDE: Upper Digestive 
Endoscopy, PPI: Proton Pump Inhibitor, HPF: High Powered Field 


Introduction approximately 75% of patients with EG are atopic and that 


Eosinophilic gastroenteritis (EG) is a rare disease with the aggressiveness of the disease can be mitigated with the 


heterogeneity, characterized by the presence of intense use of an allergen-free diet [2]. The clinical manifestations of 


infiltration of eosinophils in one or multiple segments of the EG depend on the location and depth of eosinophil infiltration 


gastrointestinal tract [1]. The pathogenesis of EG is still not in the GI tract. The signs and symptoms vary according to the 


well understood. There is strong evidence that EG is partly 


allergic in origin, including the findings in the literature that 
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layer affected and may often overlap. The stomach and the 


small intestine are the main affected areas, but the stomach, 
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the large intestine and the rectum are also greatly affected [3]. 
The presentation of duodenal ulcers is rarely described in the 


literature [4-15]. 


Case Report 

A 27-year-old male complained of dysphagia due to dry 
solids and a previous history of food impaction that made him 
seek emergency care, which improved with vomiting. The 
individual always ate slowly and was usually the last person 
to leave the table. He had been taking anti-inflammatory 
medication for back pain over a long period of time. He had 
a history of allergic rhinitis and fish allergy. Physical 
examination was normal except for nail dystrophy in fingers. 
Upper digestive endoscopy showed eosinophilic esophagitis 
with suspected esophageal substenosis, mild enanthematous 
pangastritis, and two Sakita Al duodenal ulcers (figure 1A, 
B). Anatomopathological examination revealed esophageal 
mucosa with 65 eosinophils/HPF, eosinophilic 
microabscesses-compatible with eosinophilic esophagitis. 
The gastric and duodenal mucosal biopsy were normal. The 
histologic research for Helicobacter pylori was negative. 
Esophageal contrast radiography was normal and showed no 
stenosis. Blood count and eosinophil count were normal. The 
patient was evaluated by the allergist who evidenced specific 
IgE test with moderate sensitivity for fish and low sensitivity 
for salmon and tuna. Prick test was positive for grass pollen 
(wild and cultivated), Blomia tropicalis, Dermatophagoides 
pteronyssinus, trees, mite storage, Tirophagus entomophagus, 


fish, corn and peanut. The patient was treated with a 


hypoallergenic diet, proton pump inhibitor (PPI) and 
swallowed corticosteroid. There was an improvement in the 
esophageal condition with the treatment after doubling the 
dose, with recurrence of the condition after discontinuation of 
treatment. The duodenal ulcer did not heal after two years of 
frequent clinical follow-up. Serology for Helicobacter pylori 
was negative. Differential diagnosis was conducted for the 
detection of several diseases. The nutritional profile was 
normal (normal values of ferritin, albumin, folic acid, vitamin 
B12) and the inflammatory tests were negative (erythrocyte 
sedimentation rate and C-reactive protein). 
Enterotomography showed thickening of a segment of the 
proximal jejunum loop with an extension of at least 8cm 
located medially to the inferior hepatic border and inferiorly 
to the duodenal bulb. Presence of prominent lymph nodes at 
the root of the mesentery next to the thickened segment 
without evidence of densification of the adjacent fat. 
Colonoscopy yielded normal results. A follow-up ulcer 
biopsy identified duodenal mucosa showing moderate mixed 
inflammatory, reparative epithelial changes and an area of 
erosion compatible with the edge of an active chronic 
ulcerated lesion, with 20 eosinophils/HPF (figure 1C). In 
addition, persistence of eosinophilic esophagitis was shown. 
After the diagnosis of EG, there was complete remission of 
the esophageal and duodenal symptoms with oral prednisone 
20mg for three months, including normalization of the nails 
aspect (figure 1D). Two years after discontinuation of 
prednisone, the patient remains asymptomatic. Written 


informed consent was obtained from the patient. 


Figure 1.4) Upper Digestive Endoscopy showing two duodenal ulcers. B) Nail dystrophy. C) Anatomopathological examination of the 


duodenal ulcer demonstrating the presence of up to 20 eosinophils per high-power field (HE 600x). D) Nails after corticosteroid therapy. 
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Discussion 


The diagnosis of eosinophilic esophagitis requires 
characteristic symptoms of esophageal dysfunction such as 
vomiting, dysphagia, or feeding difficulties in the presence of 
at least 15 eosinophils/HPF on esophageal histology, as well 
as the absence of other possible causes for the eosinophilic 
infiltration such as_ gastroesophageal reflux disease, 
eosinophilic gastrointestinal disease, Crohn’s disease, among 
others [16]. Upon first clinical evaluation, EG was ruled out 
by means of a serial biopsy of the stomach and duodenum, 
which yielded normal results. 

Duodenal ulcers usually have two main causes: Helicobacter 
pylori infection and use of NSAIDs [17]. Helicobacter pylori 
infection was excluded both by histological examination 
(excluding urease) and serology, which were negative. The 


patient was using PPI, which was promptly discontinued 


upon diagnosis of peptic ulcer, as the ulcer did not heal with 
the use of PPIs. At that time, a differential diagnosis of 
Crohn's disease was investigated, which was excluded. 
Crohn's disease can be the cause of duodenal ulcers, but it 
usually affects the distal small intestine and colon, and causes 
alterations in inflammatory tests. Duodenal involvement of 
Crohn’s disease may present ulcers, stenosis and fistula [18]. 
Due to the persistence of the active ulcer and symptoms, the 
endoscopy and biopsy of the duodenal ulcer were repeated, at 
which time the diagnosis of EG was reached. 

We found reports of duodenal ulcers as a manifestation of EG 
in only twelve cases, which are summarized in Table 1. Due 
to the rarity of such cases, this diagnosis was not considered 
at first, especially due to the normal results of the duodenal 


mucosal biopsy. 


Table 1. Clinical characteristics of case reports of eosinophilic gastroenteritis-associated duodenal ulcers 


Year Country Age Sex Clinical NSAID Hp Blood Esophageal | Number Treatment 
[Reference] presentation eosinophilia | involvement | of ulcers 
1997 [4] Canada 11 Male Perfuration N/A N/A 12% (-) 1 Prednisone 
40mg/day 
2000 [5] USA 11 Female Chronic N/A (-) 12% (-) 1 Methylprednisolone 
abdominal 20 mg BID 
pain 
2011 [6] Saudi 26 Male Perfuration N/A Empiric N/A (-) 1 Tapered 
Arabia Duodenum treatment prednisolone for 2 
stenosis months 
2014 [7] Japan Adolescent | Female | Abdominal N/A (+) 16.5% (-) 1 PPI 
pain 
Vomiting 
2015 [8] Japan Adolescent | Male Abdominal N/A (-) Normal (+) 1 PPI 
pain Tapered 
Diarrhea Prednisolone 
15mg/day 
2015 [9] USA 16 Male Perfuration (-) Negative Normal (+) 1 Restrictive diet 
serology 
Empiric 
treatment 
2017 [10] China 54 Male Abdominal (-) (-) Normal (-) Multiple | Methylprednisolone 
pain gastric 30 mg/day 
Melena and Montelukast 
Weight loss duodenal 4mg/day for 3 
months 
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2020 [11] USA 28 Male Dizziness N/A N/A N/A (-) 1 PPI 
Melena Prednisone 
2020 [12] Japan 15 Male Abdominal (-) (-) Slight (-) 2 PPI 
pain elevation Budesonide 9 
mg/day 
2020 [13] USA 16 Male Abdominal (-) (-) Elevated (+) 1 Sucralfate 
pain PPI 
Jaundice Swallowed 
fluticasone 
2022 [14] Japan 14 Male Abdominal N/A (+) 17% (-) Multiple Montelukast 
pain 
Diarrhea 
2022 [15] Japan 12 Male Abdominal N/A (-) Normal (+) 1 PPI 
pain 
2022 Brazil 27 Male Chronic (+) (-) Normal (+) 2, PPI 
back pain Prednisone 
and 20mg/day for 3 
dysphagia months 


NSAID: use of non-steroidal anti-inflammatory drugs; Hp: presence of Helicobacter pylori; (+): positive; (-) negative; USA: United States 


of America; N/A: not available; BID: twice a day, PPI: Proton Pump Inhibitor 


With regard to food allergy, it is defined as a phenomenon in 
which adverse reactions are caused by allergen-specific 
immunological mechanisms following exposure to a given 
food. In some cases, certain fruits and vegetables show cross- 
reactivity with pollen such as birch pollen [19], which 
justifies the patient’s allergy tests findings. 

It is important to emphasize that the patient's eosinophilic 
esophagitis did not improve with the combined diet, PPI, or 
swallowed fluticasone therapy. For patients who are 
refractory to first-line therapy, it is recommended to consider 
treatment with elemental diets, a combination of therapies, or 
clinical trials of new therapeutic agents [20]. In this clinical 
case, refractority was associated with EG. 

In conclusion, we report a case where duodenal ulcers were a 
clinical manifestation of EG. We also aim to emphasize the 
importance of conducting a biopsy of ulcers that do not heal 
with PPI, considering that normal duodenal mucosal biopsy 


may not reveal eosinophilic infiltration. 
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